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INTRODUCTION

H epatitis C virus (HCV) infection is a major global health
challenge, according to the World Health Organization
(WHO) report in 2017, it is estimated that about 71 million
people are chronically infected worldwide (World Health
Organization, 2017).

Unfortunately, Egypt has one of the highest global
burdens of hepatitis C virus (predominantly genotype 4)
infections, it is estimated that prevalence of HCV is around
4.5% to 6.7% (Doss et al., 2018).

The ultimate goal of hepatitis C treatment is to reduce the
occurrence of end-stage liver disease and its complications,
including decompensated cirrhosis, liver transplantation, and
Hepatocellular carcinoma (HCC). Initially, chronic hepatitis C
was treated by conventional interferon (IFN) monotherapy
which vyielded very poor response rates. Addition of the
guanosine analogue, ribavirin (RBV) to conventional IFN was
associated with a slight improvement in sustained viral
response (SVR) (Suda and Sakamoto, 2015).

The year 2011 marked the dawn of the new era of direct-
acting antivirals (DAAs) for hepatitis C. DAAs were initially
introduced as add-ons to the previous standard of care
consisting of PEG-IFNa/RBV. In 2014, a breakthrough in HCV
therapy was achieved with the introduction of IFN-free -oral
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DAAs, with SVR rates in excess of 90% after 12 weeks of
therapy (Kamal, 2018).

Concerns on renal safety may represent a limitation to a
wide use of DAAs in HCV patients, despite the proven efficacy
of this class of drugs. Furthermore, the reported unreliability of
conventional markers of renal function in patients with liver
cirrhosis can contribute to discourage DAA prescription (Levin
etal., 2013).

HCV infection is prevalent in patients with renal
impairment, diverse groups of patients with renal disease
require consideration when treatment of hepatitis C is indicated.
These include patients with chronic kidney disease (CKD)
stage 4 (eGFR = 15-29 ml/min/1.73 m2) or those with CKD
stage 5 (eGFR <15 ml/min/1.73 m2). Some of these groups,
renal function could potentially improve with antiviral
treatment. However, organ recovery may be delayed or
worsened in others (European Association for the Study of the
Liver, 2018).

In patients with severe renal dysfunction (eGFR <30
ml/min/1.73 m2), the safety of sofosbuvir-based regimens has
been questioned. A recommended regimen in HCV genotype 4
is the combination of ritonavir-boosted paritaprevir and
ombitasvir for 12 weeks with daily ribavirin (200 mg/day) if
the haemoglobin level is >10 g/dl at (Baseline), or safer with
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combination of grazoprevir and elbasvir for 12weeks
(European Association for the Study of the Liver, 2018).

Neutrophil gelatinase associated lipocalin (NGAL) is a
novel kidney biomarker. It is a small glycoprotein secreted by
epithelial cells (liver, kidney, lungs) and some white blood cells
(neutrophils, monocytes and macrophages). It's filtered in the
glomerulus and reabsorbed by the proximal tubules. It can be
measured in blood and urine and so it is used as early marker of
acute kidney injury (Strazzulla et al., 2018).




